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QUESTIONS FROM PATIENTS ABOUT...PROSTATE CANCER, Part 1 
By Judith A DeCava, CNC, LNC 


The prostate is a walnut-sized gland in men located just below the bladder. Its main function 
is to produce semen, a thick fluid that nourishes and transports sperm. Prostate cancer is the 
most common cancer among American men—about 1 in 6 will be diagnosed with it during his 
lifetime. African-American men are at a particularly high risk. The odds of having this cancer 
increase with age; about 80% of men at age 80 have it. But it is a “very-individual-specific 
disease,” so it’s not the same for every man diagnosed with it. Men are asking questions: 


1. Are there signs or symptoms that | may have prostate cancer? 
There may be no symptoms at all, but if they appear, they may include: 

* Blood in the urine 

* The need to urinate frequently, especially at night 

* Weak of interrupted urine flow 

* Pain or burning feeling while urinating 

* The inability to urinate 

* Constant pain in the lower back, pelvis, or upper thighs 
However, these symptoms can also be caused by other prostate problems that are not 
cancer, such as an enlarged prostate (benign prostatic hyperplasia or BPH) or an inflamed 
prostate (prostatitis). 


2. What is done to find out if there is prostate cancer? 

The most common two things that doctors will do are the digital rectal examination (DRE) and 
the prostate-specific antigen (PSA) blood test. For the DRE, the doctor feels the prostate 
gland by passing a gloved finger into your rectum to find hard or lumpy areas of the gland, 
which may (or may not) mean an abnormality. The PSA has been widely used to screen men 
for prostate cancer. but it’s far from perfect. In fact, it cannot be said that the potential 
benefits of screening outweigh its potential harms. ' 


3. Won't the PSA test tell me if | have prostate cancer? 

Maybe. Maybe not A man’s PSA Jevel better indicates prostate size rather than cancer. An 
enlarged or inflamed prostate elevates the PSA level. A better measure of cancer is how fast 
the PSA level rises plus how high the level is. “Normal” is 4 di/ml (or, according to some 
views, 2.5 di/ml) or lower. Men with aggressive cancer often have very high PSA levels, say, 
above 22. But doctors can’t agree on what level is meaningful. And the test can’t tell you what 
type of cancer is present (if it is) or whether it’s “clinically important.” 


False negative results occur, giving the impression there is no cancer when it is present. The 
test misses 82% of tumors in men under age 60, and 65% of cancers in older men. One in 6 
men with a “normal” PSA of 4 di/ml or below has prostate cancer. Among men with a PSA 
between 4 and 10, 20% to 25% have cancer. 


False alarms—false positives—are common, especially in men aged 50 or older. 12 out of 15 
men over 50 with elevated PSA levels don’t have cancer. In one study, more than 20% of 
men had elevated PSA levels that fell back to normal when they were tested later. Many men 


with “abnormal” levels have normal levels when retested a year later. If your PSA level is a bit 
high, have another test a few weeks later before proceeding with further testing (including 
biopsy). There’s a good chance it will be normal the second time around. 


Some drugs (like Proscar, Propecia, or Avodart) used to treat and enlarged prostate can 
falsely lower a PSA reading. Very high PSA levels can occur after ejaculation—it takes two 
full days for most of the PSA to return to “normal” levels. (Avoiding sex for 48 hours before a 
PSA test is a good idea.) High PSA levels are found in cancers other than prostate—like 
breast, ovarian, lung, and uterine cancers as well as myeloid leukemia. Physical activity, 
especially cycling, can stimulate the prostate to produce more PSA, giving you a temporary 
high level. Physical manipulation of the prostate stimulates the gland to produce more PSA, 
so don't have the rectal exam before the PSA test! If you're under a lot of stress, you're three 
times as likely to have a high PSA as men who say they don’t have much stress. PSA is a 
“dynamic measure’—it changes for many reasons. 


Some think the PSA test has value. Some call it worthless, particularly for men aged 50 and 
over. Some say it’s only a guideline. Everyone knows it’s not an absolute measure—it ain't 
like a pregnancy test! As a general screening tool for prostate cancer, the PSA test was 
thrown on the scrap heap by the man called the inventor of PSA testing, Thomas A Stamey, 
MD. He says PSA is no longer a useful or reliable marker for detecting prostate cancer. His 
findings were based on his own experience plus his analysis of medical records of over 1300 
men who had their prostate glands removed. He says prostate cancer is being over- 
diagnosed and over-treated because people have the “misperception” that if you have an 
elevated PSA level you have prostate cancer. Maybe we were misled. 


Dr. Stamey feels that most, if not all, men eventually develop prostate cancer. But doctors are 
removing prostates from men whose cancer is so small that they don’t need the procedure. 
These little cancers will never be a danger. “In smaller cancers, the PSA test is not relevant 
anymore: you might as well biopsy a man because he has blue eyes.” Many thousands of 
unnecessary biopsies are performed and there is over-treatment with surgery, radiation, and 
drugs. Yet the survival ratio of men with prostate cancer has not improved. It’s never been 
shown that routine PSA tests save lives. 


There is even some evidence that PSA protein may prevent, rather than enhance, tumor 
progression. This means that the level may elevate for a darned good reason. The body may 
be trying to do what it needs to do. " 


4. Since the PSA test doesn’t nail a cancer diagnosis, are there any tests that do? 

Not really. Many tests have been tried, but none on their own tell if there is definitely prostate 
cancer. Measuring “free PSA” helps more accurately estimate the probability of cancer in 
men who have questionable total PSA levels. PSA is a protein produced by prostate gland 
cells appearing in the blood in two forms. About 85% is “complexed” PSA (attached to other 
proteins) and about 15% is “free” PSA (not attached to other proteins). The higher the 
percentage of free PSA, the lower the likelihood of prostate cancer. And there are fewer 
false-positive results in men who don’t have cancer. High levels of IGF-1 (insulin-like growth 
factor) may indicate an increased risk of developing cancer of the prostate. A related protein 
called |GF-binding-protein-3 (iBP-3) may also be measured since both these proteins appear 
to be related to cancer-cell growth. AMAS (anti-malignin antibody in serum) is often raised 
even before cancer is evident. Measuring lycopene levels has been suggested. Lycopene is 
a nutrient high in tomatoes, watermelon, and other foods that may help protect men from 
prostate cancer. A transrectal ultrasound scan (TRUS) can detect the size of the prostate and 

2) 


display abnormal areas. Positive results on PSA or other tests are usually confirmed by 
biopsy—an unpleasant, not particularly accurate, potentially dangerous procedure. " 


5. What’s wrong with biopsies? 

Widespread PSA screening has caused a boom of surgical biopsies. One report showed that, 
of 1,500 men undergoing biopsies, only 165 had cancer. That's just over 10%, not many 
considering the expense, discomfort, and stress. There are risks of bleeding, inflammation, 
and infection—meaning further treatment. Even if cancer is detected, there’s still no way to 
predict whether it will be aggressive or whether it will stay confined to the prostate and cause 
few, if any, problems. Autopsies of men over age 70 showed that 80% had prostate cancer 
that did not kill them. Something else will kill older men long before untreated, confined 
prostate cancer will. In fact, most prostate cancers stay confined to the prostate. “Having 
cancer cells in the prostate is incredibly common,” explains Dr. Paul Frame. “The vast 
majority of these cancers don’t progress and don’t hurt anybody and don't lead to death.” 


Biopsies are random needle jabs into the prostate. No matter how many times the gland is 
stuck, there's no way of knowing if cancer lurks somewhere else where the needle didn’t go. 
The surgeon hopes to get lucky. If the doctor does get “lucky” and finds some cancer cells, 
then he/she may cause the cancer cells to spread. Cutting into cancer by sticking a needle 
into the gland and drawing it out can cause an immediate spread of the cancer. Thus, if there 
is cancer and it is confined to the gland and would have stayed that way, it can be changed 
into a spreading cancer by those needles pulling out abnormal cells. 


If cancer cells are found, they are graded based on how they appear under a microscope. 
The grading system is called the “Gleason score.” The scores range from 1 to 10 (to describe 
the range the tissue varies from normal) and are thought to indicate the likelihood that the 
cancer will spread. The higher the score, the more aggressive the cancer may be. But there's 
no evidence to link the Gleason score to an increased chance of survival. 


A study found that the most important predictors for prostate cancer were: *A manual exam of 
the prostate to feel for a hardened area that could be cancerous. *An ultrasound performed 
through the rectum, which may define a suspicious area. *Being over age 65, since 90% of 
prostate cancers fall into that age group. *A PSA score compared to the volume of the 
prostate gland. (If your gland is large, it's more likely you have a high PSA with no cancer.) If 
all these items were factored in, 200,000 biopsies could be safely eliminated every year. ™ 


6. But if | do have prostate cancer, what should be done? 

There are several options given to men once cancer is diagnosed. Surgery to remove the 
prostate gland, radiation, seed implantation, cryosurgery, and hormonal therapy are the most 
common, and chemotherapy occasionally. There are no clear definitive answers when it 
comes to treatment. And all these procedures have potentially serious side effects. You must 
become informed because ultimately, you must take responsibility for the final decision. 
Doctors’ advice differs: If a man sees a urologist, there’s a 70% chance he'll be advised to 
have the prostate removed. If he sees a urologist AND a radiation oncologist, there’s only a 
15% he'll be told to have surgery. Many doctors recommend “watchful waiting” when the 
cancer is confined to the prostate gland since it is rarely problematic. This means monitoring 
but no treatment. It's only when cancer metastasizes (spreads) is it life-threatening. 


Charles Myers, MD, an oncologist and a prostate cancer survivor, wrote: “I have come to the 
conclusion that you, as a patient, simply cannot allow the management of your cancer and 
your life to be limited by the narrow views of the physicians you encounter...It is apparent that 
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the behavior of this cancer is influenced by many things; it’s controlled by your lifestyle as 
much as by anything the medical profession typically provides.” Informed patients sometimes 
choose alternative therapies that include detoxification and nutrition. “ 


7. What about surgery? 

Radical prostatectomy is removal of the entire prostate gland. It’s said to have a “SUCCESS 
rate” of 70 to 85%. If you don’t have a prostate, you can't have prostate cancer, right? Yet the 
recurrence-free survival rates are 71% at 5 years but only 63% at 7% years. The cancer 
survival rate decreases with the passing of years from diagnosis. 


Many studies have overestimated the benefits of surgery to remove the prostate. One reason 
is considering as survivors only those who “completed treatment” but don't count the fatalities 
who didn’t complete the trial. An analysis corrected for such inaccuracies and compared 
survival in almost 60,000 men treated with various medical methods. The conclusion was that 
previous studies “have generally overestimated the benefits of radical prostatectomy.” 


A 10-year trial compared surgery with watchful waiting (monitoring without aggressive 
treatment). Although fewer men who had surgery died of prostate cancer, the surgery did not 
improve overall survival. After twenty-some years, men who had surgery have survival rates 
that, on average, are the same as those with low-grade, low-stage, untreated prostate 
cancer. If you're over 65 and have a contained, low-grade prostate cancer and you don't 
choose surgery, you have the same life expectancy as anyone else. Further, surgery may 
not remove all the cancer and can even spread it. Side effects include incontinence (lack of 
bladder control), impotence (inability to have an erection), deep vein thrombosis or pulmonary 
embolism weeks after surgery, further surgery, and even death. “Laparoscopic 
prostatectomy” is less invasive but still carries the risks of incontinence and impotence. 
Cryotherapy is not really surgery—it entails placing a special probe inside or near the 
prostate cancer to freeze and destroy cancer cells. “ 


8. Then how about radiation therapy? 

Two types are used—extfernal beam radiation and internal radiation seed implants. One or 
both may be used. If both are used and surgery is not, the risks of urinary incontinence and 
impotence are a bit lower. But the risk of damage to the rectum increases. Men who have 
both surgery and radiation may go a little longer without a recurrence of cancer, but 
improvements in cancer-free survival and overall survival don’t change. You won't live any 
longer. Many men with localized (non-spreading) prostate cancer have only a temporary 
decrease in PSA levels after radiation or surgery. In fact, radiation can cause other cancers. 
And it is cumulative—the more you have, the more the harm and danger. 


Radioactive seed placement (brachytherapy) involves implants of small radioactive pellets 
into the prostate to shrink the prostate tumor. It results in difficulty voiding urine, sometimes 
requiring surgery to improve urinary flow. And it is often combined with hormonal blockage 
drugs which have their own detriments. Mt 


8 What's the hormonal blockade therapy? 

There are three types: surgical removal of the testes, luteinizing hormone-releasing hormone 
therapy, and androgen (hormone) blockage drugs. The goal of all three is castration. All three 
can cause impotence, loss of sexual desire, hot flashes, mood swings, depression, fatigue, 
weight gain, breast enlargement, reduced brain function, bone loss, and loss of muscle mass. 
Androgen deprivation therapy (ADT) is given to 40% of men with cancers that have spread 
beyond the prostate. Up to one-fifth of patients getting ADT experience a crippling variety of 
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osteoporosis, quadrupling their risk of a fractured spine. Decreased libido and impotence are 
experienced by nearly 90% of the men. 


The idea is to stop production of sex hormones, especially testosterone, which is thought to 
fuel the cancer. It doesn’t kill cancer cells; its believed to stop their spread. The normal 
prostate gland needs testosterone for growth. That’s why therapy often involves lopping off 
the testicles or giving drugs that antagonize male hormones, such as Proscar and estrogen 
drugs. Yet, a study in aging men with low testosterone levels who were given testosterone 
hormone therapy found there was no increased risk of prostate cancer. They didn’t develop 
prostate cancer because they got testosterone. Swedish researchers studied testosterone 
levels in both men with prostate cancer and men without prostate cancer. They found the risk 
of prostate cancer was lower in men with higher blood levels of testosterone. This and other 
research places doubt on the notion that testosterone contributes to prostate cancer. 


There is evidence that hormone disruptors are a more potent factor in causing prostate (and 
other) cancers. Hormonal imbalances can increase the risk of prostate cancer and perhaps 
its aggressiveness. There is pervasive pollution of the environment by chemicals that are 
hormone disruptors—like pesticides, plastic residues and dozens of industrial chemicals 
including dioxins and PCBs. Men may also consume trans fats and other altered fats, and/or 
have multiple nutrient deficiencies—all affecting the intricate hormone symphony. The goal is 
hormone balance. The body knows best how to do this. Giving it the food or fuel it needs to 
do this and relieving it of toxins that interfere with its ability to do so are both essential. 


Besides, if high testosterone levels increased men’s risk of prostate cancer, then young men 
(ages 18 to 25)—who have the highest testosterone levels—would have the highest rate of 
this cancer. They don’t. Older men, the ones with lowering testosterone levels, have a higher 
incidence. A Harvard Medical School urologist wrote: “There is an absence of scientific data 
supporting the concept that higher testosterone levels are associated with an increased risk 
of prostate cancer.” Actually, men with low testosterone levels have a substantial rate of this 
cancer. Dr. Sherry Rogers says: “Prostate cancer cells that become transformed so that 
hormones no longer work are the most viciously deadly.” If the prostate no longer uses 
testosterone, “it is an automatic death sentence.” Use of drugs to deplete testosterone in men 
with aggressive prostate cancer has a success rate of “essentially ZERO.” “"' 


10. Is “watchful waiting” a good choice? 

If the cancer is confined to the prostate gland, it may be. These small cancers are usually 
“low-grade”’—not aggressive. Surveillance with little or no treatment is all that is suggested. 
“Watchful waiting” has been shown to be successful, particularly in men 65 and older. “The 
vast majority of men with low-grade prostate cancer die of other causes.” This way, you can 
avoid radiation or surgery along with their side effects and “decreased quality of life.” 


In most men, prostate tumors grow almost imperceptibly, erupting into spreading cancers in 
only 10% of cases. That means 90% of the men diagnosed with prostate cancer would live to 
ripe old ages without major treatment and would never have known they even had cancer 
unless they were tested. Prostate cancer “has an extraordinarily small death rate of 226 per 
100,000 men older than 65 years.” Deaths from prostate cancer are even rarer in men under 
age 65. Small, non-aggressive cancers are not as important as spreading high-grade types, 
but doctors find too many small ones that they feel compelled to treat aggressively. Many 
men diagnosed with confined, low-grade prostate cancer are treated with surgery and/or 
radiation. Following up on such men, researchers found a “substantial rate of relapse after 
long intervals during which they were free of symptoms due to disease, although they were 
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not always free of symptoms due to treatment.” Put another way, the treatments helped the 
symptoms only temporarily, but they created other symptoms which were often permanent. 


Since the widespread use of PSA testing in the US, the incidence of prostate cancer in white 
men has doubled. But it increased only slightly in areas such as the United Kingdom where 
PSA screening is not used as much. So many American men would have remained unaware 
of any problem and lived their lives until something else killed them, but now have impaired 
quality of life because they’re overcome with anxiety about their PSA test or because of 
receiving treatments that gave them symptoms. It’s not that the cancer rate is increasing. It’s 
just that doctors are detecting more cancer. But this has not resulted in more cures. The 
mortality rate among prostate cancer patients has not decreased at all. Instead, there are 
now many thousands of men with a non-threatening, slow-growing prostate cancer, who 
previously were unconcerned but are now frightened to death for no justifiable reason. 


The 5-year survival rate for confined prostate cancer is 100%. A study of survival in elderly 
men with prostate cancer found that the difference in the death rate from prostate cancer in 
the group treated versus the group simply observed was a measly 0.6%. This difference “may 
not outweigh the potential long-term adverse effects caused by the treatment.” Bottom line: 
“Many more men die with prostate cancer than of it.” * 


11. Is there anything | can do to lower my risk of developing prostate cancer? 
Absolutely! Details will appear in the next issue. 
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